SUMMARY Three cases are presented in which secondary carcinoma in the left atrium mimicked atrial myxoma or infective endocarditis. Constitutional features of weight loss, fever, anaemia, leucocytosis, raised erythrocyte sedimentation rate, and systemic emboli were prominent clinical features. The association of these systemic manifestations with both secondary deposits in the atrium and atrial myxomata may be the result of an immune response to circulating tumour antigens. Mitral stenosis was present in two of the three patients suggesting that left atrial thrombus may provide a site for the seeding of malignant cells.
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In patients dying with disseminated secondary carcinoma a detailed and specific search of the heart at necropsy shows that between 5 and 25 per cent have cardiac deposits.'-3 The most frequent morphological patterns seen are diffuse pericardial deposits and one or more intramyocardial nodules, ranging in size from microscopical foci to those several centimetres across. In contrast to the relatively common pathological finding of cardiac secondaries, significant clinical symptoms or signs are rare. Characteristic clinical presentations include cardiac tamponade,3 4 constrictive pericarditis,4 atrial arrhythmias,3 conduction disturbances,5 and obstruction to right ventricular outflow.6 Systemic manifestations of fever, a high erythrocyte sedimentation rate, weight loss, anaemia, and abnormal serum proteins are phenomena usually associated with atrial myxomata,7 8 and may be found both with and without systemic emboli. We describe three cases in which these systemic manifestations were the presenting features of left atrial deposits from carcinomata. A 76-year-old woman gave a history of rheumatic fever at the age of 35. She had presented at the age of 74 with severe dyspnoea and was found to have tight mitral stenosis. Mitral valvotomy was carried out and her dyspnoea was dramatically improved. Sixteen months later, however, she became generally unwell with a persistent low grade pyrexia and weight loss. There were persistent and unchanging physical signs of mild mitral stenosis and regurgitation. Investigations showed: ESR greater than 120 mm/h; Hb 8-6 g/dl; total white blood cell count 26 000; alpha-2-globulin increased; fibrinogen increased to 8-3 g/l. Though the patient continued to lose weight and remained pyrexial, blood cultures were persistently negative. An echocardiogram showed a left atrial dimension of 6-3 cm but no detectable myxoma.
Necropsy showed a tumour mass 4 0 cm in diameter within the interatrial septum and eroding into the left atrium where it was covered by thrombus. The mitral valve showed chronic rheumatic valve disease with scarring from a previous valvotomy (orifice 2-5 cm2 The systemic manifestations and embolic phenomena in the cases presented here initially raised the clinical possibility of atrial myxomata. In the first two cases a left atrial mass was apparently excluded by echocardiography. The failure of the echocardiograms to show the tumour mass in these patients probably reflects its sessile nature and its fixation to the atrial wall. After left atrial myxoma, infective endocarditis remained the most likely clinical diagnosis despite negative blood cultures. A case of left atrial metastases from an unrecognised ovarian choriocarcinoma presenting with anaemia, leucocytosis, and a high erythrocyte sedimentation rate posed the same clinical differential diagnostic problems. 14 In the first two cases it seems likely that circulating tumour cells seeded in a pre-existing left atrial thrombus and subsequently grew into a larger tumour mass. The presence of chronic rheumatic valve disease leading to left atrial thrombus formation was therefore an important common factor in these two patients. In the last case, however, the tumour mass was located on the atrial aspect of the anterior mitral valve cusp rather than in a pre-existing thrombus. In patients with disseminated malignancy, non-bacterial endocarditis is not an uncommon finding. If these marantic (non-bacterial thombotic endocarditis) vegetations are sectioned a tiny proportion is found to contain malignant cells. It seems possible that in our third patient this process provided the nidus for tumour growth, a process which has been aptly named malignant endocarditis.'5 Microscopical malignant vegetations may be more common than is usually realised but probably few patients live long enough to develop a large tumour mass. 
